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Inhibitory effect of miR-452 on proliferation, migration and

invasion of colorectal cancer cells by targeting PHLPP1
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Abstract: Objective To investigate the inhibition effect of microRNA (miR) 452 on proliferation , migration and invasion
of colorectal cancer cells by regulating PH domain leucine-rich-repeats protein phosphatase 1 (PHLPP1). Methods The
colorectal cancer tissues and paracancerous tissues of 142 patients with colorectal cancer were selected. The colorectal
cancer cell line SW480 cells were cultured in vitro (SW480 cancer cell group) ,and transfecting SW480 cells with miR-452
mimics ( miR-452 mimics group ) and miR-452 inhibitor ( miR-452 inhibitor group). Thiazolam blue ( MTT) method was
used to detect cell viability, number of monoclonal formation of cancer cells. Flow cytometry was used to detect apoptosis
rate and cell cycle. Transwell cell migration assay was used to detect number of penetrating cells. Real-time fluorescence
quantitative polymerase chain reaction PCR ( qRT-PCR) was used to detect expression levels of miR-452 and PHLPPI
mRNAs. Enzyme-linked immunosorbent assay was used to detect matrix metalloproteinase-9 ( MMP-9) | Cyclin D1 and
vascular endothelial growth factor (VEGF) levels in culture medium. Results The relative expression level of miR-452-5p
in colorectal cancer group (1.25 +0.65) was lower than that in adjacent cancer group (3.76 £0.43,1=17.04,P <

0.01). According to the sequence of miR-452 mimic group, SW480 cancer cell group and miR-452 inhibitor group, the
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number of monoclonal formation and the number of penetrating cells increased( P <0. 01) , cell apoptosis rate and G1 phase
proportion decreased( P <0. 01) ;the expression levels of miRNA-452-5p and PHLPPI mRNA decreased (P <0.01) ;the
expression levels of MMP-9, Cyclin DI and VEGF increased (P <0.01). The expression of miR-452 was significantly
positively correlated with PHLPP1 mRNA (P <0.01 ) and was significantly negatively correlated with MMP-9, Cyclin DI

and VEGF respectively (all P < 0.01). Conclusion

miR-452 inhibits the proliferation, migration and invasion of

colorectal cancer cells through targeting PHLPP1 for reducing its expression, and its mechanism may be related to the low

expression of MMP-9 | Cyclin D1 and VEGF in colorectal cancer cells induced by miR-452.
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